Sir,

Primary polydipsia (PP) is a disorder characterized by excessive intake of water that leads to passage of large volume of hypotonic, dilute, and tasteless urine.\[[@ref1]\] It is one of the differential diagnosis of polyuria and polydipsia in children. PP may be classified as thirst driven (dipsogenic) or nonthirst driven as seen in psychiatric illness (psychogenic), psychological disturbances or disordered habits\[[@ref2]\] (likely the case in our patient). PP should be differentiated from diabetes insipidus (DI) because the treatment of the latter could be deleterious in patients with PP.

This report describes PP in a toddler a condition rarely discussed in childhood and may be more prevalent than thought.

A 15-month-old male of Igbo tribe in Southeastern Nigeria was brought to pediatric endocrinology clinic of the University of Nigeria Teaching Hospital (UNTH) Enugu with a 3 month history of excessive intake of water. He had an abnormal craving for water and drank about 3.5 L of water daily against his maintenance fluid of about 1100 ml. There was neither associated polyphagia nor weight loss. No history of seizures, fever, diarrhea nor vomiting neither was there head trauma nor surgery. Concurrently, he passed a large volume of urine both day and at night \[[Table 1](#T1){ref-type="table"}\]. Hence, mother sought for medical care in UNTH, Enugu.

###### 

Symptoms/laboratory findings before and after the incidental water deprivation

                               Normal values   Before water deprivation   After incidental water deprivation   
  ---------------------------- --------------- -------------------------- ------------------------------------ --------
  Serum sodium (mmol/l)        135-145         132                        130                                  142
  Serum osmolality (mOsm/kg)   275-295         264                        260                                  285
  Urine sodium (mEq/L)         \>20            \<20                       \<20                                 \>20
  Urine specific gravity       1.010-1.020     1.005                      1.000                                1.010
  Urine osmolarity (mOsm/kg)   600-800         250                        247                                  650
  Polydipsia                   1.1l            \>3.5l                     \>3.5l                               \<1.5l
  Polyuria (diapers)           \<3             \>5                        \>5                                  \<3

Perinatal event and medical history were uneventful; delivery was spontaneous and vertex with a birth weight of 2.8 kg. Immunization was complete for age, and he was not on any medication before the onset of this symptoms. He was exclusively breastfed for 6 months, after which he was fed with about 200--300 ml of cereals enriched with artificial milk 6--8 times in a day in addition to breast milk. He is the second in a monogamous nonconsanguineous family setting with two children. No family history of similar illness. However, there is a positive history of type 2 diabetes mellitus in the father, who is currently on oral hypoglycemic agents with good control.

General and systemic examinations were unremarkable. His length was 75.5 cm (between 3^rd^ and 15^th^ percentile, WHO chart) and a weight of 12 kg (between 85^th^ and 97^th^ percentile). His weight was maintained despite the polyuria and polydipsia, which is a striking feature of PP.

Positive findings of initial investigations done twice within an interval of 1 week were as shown in \[[Table 1](#T1){ref-type="table"}\] in addition to low urea level of 0.6 mmol/l, which is usually due to high renal clearance of urea. Fasting blood sugar of 83 mg/dl and 2 h postprandial of 100 mg/dl (5.6 mmol/l). Neither clinico-bacteriological nor radiological evidence of urinary tract infection was noted. There was no glucosuria.

Subsequently, the child developed diarrhea and vomiting for 24 h and was asleep most times of the day (up to 6 h during the day and 8 h at night). He could not demand for water in addition to extra renal losses of fluid. This was regarded as a providential (incidential) water deprivation test, and the following outcomes \[[Table 1](#T1){ref-type="table"}\] were observed.

PP mostly likely due to disordered habits was the possible diagnosis in our patient because of the presenting complaints and laboratory findings \[[Table 1](#T1){ref-type="table"}\] that normalized after the transient water deprivation. This is similar to the previous cases reported by some authors.\[[@ref3][@ref4][@ref5]\]

However, prolonged PP can mimic both central and nephrogenic DI by physiologic suppression of antidiuretic hormone and reduction in the renal concentrating ability. Therefore, equivocal results should be interpreted with caution. Evaluating the cause of polydipsia and polyuria in patient is of paramount importance to avoid excessive use of vasopressin therapy.

PP is uncommon but present occasionally and should be considered in the diagnosis of a child or adolescent with polyuria and polydipsia.
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